Addendum
Since this report was first prepared a further 175 cases of clinically definite first stroke have been registered. None of the patients had non-stroke lesions detected by CT or found at necropsy. The frequency of non-stroke lesions in patients with a clinically definite first stroke is therefore five out of 498 (1 0).
Appendix POSSIBLE INDICATIONS FOR PERFORMING CT SCAN ON PATIENT WITH STROKE
To establish diagnosis:
Differentiate "stroke" from "non-stroke" in patients with a poor history (dysphasia, confusion, coma) or a progressive deficit Identify the pathological type of stroke (intracranial haemorrhage or cerebral infarction) To 
Results
We studied 180 men and 207 women with mean (SD) ages 54-0 (10-7) and 54 8 (8 8) years respectively. One hundred and forty nine had aortic, 122 mitral, and 115 both aortic and mitral valve disease. One patient had pulmonary stenosis. Two hundred and twenty nine patients had been or were currently cigarette smokers, and 151 were non-smokers. There were three cigar and four pipe smokers.
Age, sex, cigarette smoking, and coronary artery disease-Age was significantly correlated with overall severity of coronary artery disease (coronary score) (r = 0260; p <0001), although there was no correlation between age and total number of cigarettes smoked (r= 0 046; p = 0 364). The median (range) coronary scores for men and women were 4-0 (0-45) and 0-3 (0-50) (p < 0 001). Men smoked significantly more cigarettes than women (p < 0-001).
Angina Cigarette smoking and the severity of coronary artery disease-The figure shows the range of coronary scores in patients with various cigarette smoking habits. The median (range) coronary score for smokers (current and former) was 4-6 (0-45) compared with 0-2 (0-50) for non-smokers (p < 0-001). There was a significant correlation between coronary score and the total number of cigarettes smoked in life (r= 0373; p <0001). The number of coronary arteries affected by one or more appreciable stenoses was significantly greater in smokers than non-smokers (;t = 32 70; p < 0 001) (table I). Moreover, there was a significant correlation between the total number of cigarettes smoked and the number of coronary arteries with appreciable disease (r=0350; p <0001). The severity of coronary artery disease in current smokers was similar to that in former smokers irrespective of whether they had given up smoking five or 10 years previously (table II) . The median (range) numbers of cigarettes smoked by current (1 89 x 105 (0 02-7 43 x 105)) and former (1-45 x 105 (0-18-8-74 x 105)) smokers were not, however, significantly different (p = 0 242). Based on the number of packs smoked a day (one pack = 20 cigarettes), the severity of coronary artery disease was greater in those smoking two or more packs a day than in those smoking less than that (p < 0 001) (table III) . Cigarette smoking and other coronary risk factors- Significance of difference between non-smokers and former smokers: *p 0 05; **p <001; ***Pp l0001.
Significance of difference between non-smokers and current smokers: tp <0 05; +p <0-001.
All other differences non-significant. §Fifteen per cent or more above mean weight for height. 
Discussion
Our findings support the current epidemiological evidence in favour of an association between cigarette smoking and coronary artery disease.9 10 Such an association has not been reported previously in patients undergoing routine coronary arteriography, although a similar relation has been found in 113 patients with angina undergoing investigation before coronary bypass surgery.2' As there is no evidence to suggest that patients with valvular heart disease have more coronary atheroma than members of the general population we suggest that this relation between cigarette smoking and coronary artery disease may exist in the general population as well as in patients with clinical evidence of ischaemic heart disease.
An estimate of the total number of cigarettes smoked in life correlated with the overall severity of coronary artery disease as well as with the number of coronary arteries with appreciable stenoses. When assessing the importance of cigarette smoking as a risk factor for coronary artery disease we found that such an estimate of previous as well as current smoking habits (quantity and duration of risk exposure) was more valuable than the number of packs currently being smoked. Pack years (packs or fractions of packs per day times years) may be similarly useful. Former cigarette smokers-that is, people who, having smoked for at least 10 years, had stopped for at least one year-had no less appreciable coronary artery disease than current smokers irrespective of whether they had stopped smoking five or 10 years before. The numbers of cigarettes smoked for current and former smokers did not, however, differ significantly. To our knowledge no current evidence is available to suggest that coronary atheroma per se regresses on stopping smoking, although the major epidemiological prospective studies have shown that subsequent death rates are lower in people who stop smoking than in those who continue smoking. 4 The complex interrelation between cigarette smoking and other cardiovascular risk factors makes assessing the importance of smoking habit as an independent risk factor for coronary disease difficult. We have shown the limited value of a history of cigarette smoking as a sole indicator of the presence and severity of coronary artery disease and presume that this is due to the multifactorial aetiology of the disease process. Nevertheless, here, and in a previous study,'0 we have established using multiple regression analysis that an estimate of the number of cigarettes smoked in life can be useful for identifying patients with coronary artery disease when taken in conjunction with data on arterial blood pressure, age, family history of ischaemic heart disease, severity of angina, and the ratio of total to high density lipoprotein cholesterol.
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